Scientific approaches to allergy have followed a kind of Popper's progress-a series ofimaginative leaps that are regarded as flashes of genius if they prove right but dangerous nonsense if they are shown to be wrong. This was perhaps justified as long as we were dealing with untestable hypotheses, but things have changed in recent years. We can now detect and measure both the immunological and non-immunological events that are triggered by an allergic reaction and also measure the release of inflammatory mediators. There is sufficient basic knowledge to allow the development of pharmacological agents that will provoke or antagonism the allergic sequence and sufficient clinical skill to allow new products to be evaluated objectively.
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Historical background
When a Manchester general practitioner called Charles Blackley went into an unused room in the middle ofwinter and moved a vase of dried grasses he gave himself an unseasonal attack of hay fever. When he followed this up by looking down a microscope and identifying pollen grains this gave him the opportunity to study the effect more precisely. He scratched pollen into his arm and raised a 3/4 inch swelling. He also developed a mechanical spore trap that was carried up into the air by a series of kites, and he showed that pollen grains could be captured at a height of 1000 feet. At this point science ended and speculation began. As the pollen was so easily blown about in the wind he advised his well to do clients to spend the summer months on a peninsula or in a yacht. Then, having calculated that a small quantity of pollen could produce symptoms, he turned to homoeopathy, which he practised for the rest of his life.
It is not clear whether Blackley appreciated the difference between the initial response to contact with grass pollen and the exaggerated response that may occur later on. It was left to the Austrian paediatrician, von Pirquet,2 to analyse the altered reactivity, which is so evident in conditions like serum sickness, and give it the name of "allergy." After 1906 the word came to be used for a less wide range of reactions, and since that time their immunological basis has slowly been unravelled.
Clinical trial method
One approach to this unravelling has been the clinical trial method. Noon showed that, by injecting increasing amounts of pollen extract, he could induce a refractory state among sufferers from hay fever, so that increasing quantities of pollen were required to induce a reaction in the conjunctival sac. 3 Another line of inquiry was more basic. Henry Dale made the fundamental discovery, in 1913, that the anaphylactic contraction of plain muscle was begun by antibodies fixed on cells-a conception that was totally foreign to the scientists of the time. Fortune favoured the mind that was prepared. Some of the strips of muscle from guinea pigs that Dale used turned out to be exquisitely sensitive to horse serum. He then made inquiries and found that the animal that provided the strips had been injected with horse serum to assay antitoxins.4 It was, therefore, the horse serum injection that had caused sensitisation, and he subsequently found that these effects could be transferred by antibody from the sensitised animal. Once sensitisation had been transferred to a tissue no amount of washing would reverse it.
Dale showed that this kind of reaction released histamine, heparin, and other substances that remained to be identified. He made several other contributions, but their full impact was not appreciated for many years. Allergists were still ridiculed when they talked of "reaginic" antibody that stuck to the tissues and sensitised the skin and mucous membrane.
It of allergic disease and after immunotherapy we may therefore need to find better ways of stimulating a more selective IgG antibody response or a specific suppressive response for the relevant IgE antibody.
Mediator release
This analysis is admittedly an oversimplification. Much of the effect of IgE antibody depends on its ability to sensitise mast cells and basophils. When Miyachi repeated Lichtenstein's experiments and exposed the white cells of a sensitised subject to bee venom in different concentrations he showed that histamine was released and also that this release could be inhibited by using whole blood containing IgG antibody (personal communication). As Ullrich Wahn has since shown, different purified venom components can also stimulate histamine release,'5 but there is no simple relation between histamine release and IgE concentration in the serum. It may, therefore, be worth considering what happens in intact man and whether the release of mediators into the bloodstream correlates with the final reaction of the tissues themselves-the spasm of smooth muscle, the increased capillary permeability, the attraction of other cells, and the amplifying mechanisms that lead to urticaria, asthma, angioedema, or anaphylaxis.
Lawrence Youlten showed that a bee sting in the hand of a sensitive subject led to the release of histamine and prostaglandin F2,, into the venous blood of the same arm (personal communication 
Conclusion
We may therefore have to exercise some caution in analysing clinical syndromes that suggest allergy. For example, when people sensitive to tartrazine develop angioedema there is no evidence that that reaction is immunological, and the possibility of a nonimmunological trigger has to be considered. If it is true, as it seems to be, that mast cells can be activated in different ways we shall need to study the profile ofmediators that can be released from mast cells, basophils, and various other cells in the blood and tissues, in response to both immunological and non-immunological events.
The benefits we are beginning to see after the discoveries of Bergson, Samuelsson, and Vane offer some exciting possibilities. A knowledge of the structure of mediators and their biosynthetic pathways has already led to the development of precise assay methods and, in future, may also lead to the development of new drugs and novel ways of modulating the enzymatic cascades. An example is the use of different diets to modulate inflammation. When the legendary good health of the Eskimo was analysed in terms ofa diet rich in fish oils this brought back memories of the cod liver oil supplements that were thought to be so healthy in the 1920s and 30s. Fish oils are rich in eicosapentaenoic acid and docosahexaenoic acid, which have now been shown to influence the types of mediator that are released from activated polymorphonuclear leucocytes. Tak Lee's finding that in people taking these oils as dietary supplements the generation of one of the inflammatory products of leucocytes, leucotriene B4, is substantially suppressed and partly replaced by the less active leucotriene B, has provided yet another twist to the story."8 We need to analyse not only immunological mechanisms but also mediator release and the ways in which the reaction pattern can be modified by vaccines, drugs, or diet.
What sports are to be encouragedfor short children (up to thirdpercentile) who are active and healthy so that in lateryears, especially in adolescence, the child will be able to keep up adequately with his peers?
The difference in the rate at which children grow and mature means that care should be taken to ensure that a child is matched with a sport or activity that is safe, equable, and consequently enjoyable. In general, selecting an appropriate sport (or sports) for any child depends on three related factors: (1) the risks in particular sports; (2) the conditions under which the competition and training routines take place; and (3) the maturational, behavioural, and motor characteristics of the child. ' The needs of the short child are generally no different from those of any youngster. There is no empirical evidence to suggest that stature has an important effect on the acquisition of motor skill.2 Consequently it is important that before puberty emphasis is placed on activities that develop coordination, balance, dexterity, and flexibility. Where the needs of the short child do differ is that care should be taken to avoid activities where the risk of collision or contact are high. In sports such as soccer or basketball their size would not only increase the risk of injury but also put them at a considerable disadvantage. It is important that the short child obtains feelings of competence and mastery from their own participation in sport as this may have considerable implications for the development of positive body image. The coach or teacher should not, therefore, try to overcompensate or overload the child in an effort to help him or her keep up with their peers. I would suggest the following sports, although the eventual choice must be made by the individual in direct contact with the child. It is they who must assess the child's suitability for any of the activities mentioned: 7-10 years swimming, baseball, softball, gymnastics and for those aged 10 and upwards tennis and running.-STEPHEN ROWLEY, research officer, training of young athletes study, London.
